distal end. The damage to the guidewire probably was caused by the forceful pushing and pulling of the vessel dilator during its 
Ifthe guidewire is advanced together with the vessel dilator or catheter, it can be damaged, resulting in difficulties with the insertion of the dilator or catheter.
Guidewires with a built-in safety wire only should be
used.8 This is a thinner straight wire, inside the flexible coil, parallel to the thicker more rigid core wire. The safety wire is attached to both the straight and J-ends of the coil, whereas the core wire is attached only to its straight end.
This design prevents uncoiling, stretching, kinking, or embolization of the guidewire during traction or manipula tion. Despite the use of such a guidewire in our patient, it kinked. This was probably due to incorrect usage. However, uncoiling and fragmentation of the guidewire or catheter and subsequent embolization during their removal did not occur.
In conclusion, although the knotted guidewire and cath eter were safely removed this complication could have been avoided if the aforementioned recommendations were fol lowed.
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CASE REPORT
A 71-year-old previously healthy male smoker was admitted with diography revealed a 6.5 x 2.0-cm bullet-shaped, soft-tissue-density mass originating from the right superior pulmonary vein and protruding into the left atrium . Proximally, the mass appeared to completely obstruct the right superior pulmonary vein without an identifiable point ofattachment (Fig 1, left) . The echocardiographic characteristics ofthe mass suggested a thrombus and anticoagulation therapy was started.
After 8 weeks of anticoagulation therapy, the patient developed persistent epistaxis, and anticoagulation was discontinued. At the time of discontinuation, repeat transesophageal echocardiography was performed, which showed that the mass had markedly de creased in size (Fig 1, right) onstrated by radionuclide ventriculography and echocardi ography improved over 3 years.6 All of these patients2@ had no evidence ofcoronary artery disease. The short duration of symptoms before initiation of ther apy and total abstention from alcohol have been associated with a favorable outcome.2 Both criteria were present in our patient. The time course of improvement of left ventricular function in our patient with coronary artery disease is similar to the time course of recovery reported in patients without coronary artery disease . Alcoholic cardiomyopathy should be considered even in the presence ofsevere coronary artery disease and a modest amount ofalcohol consumption.
Improvement in left ventricular function following cessation ofaicohol consumption can occur in 8 months, and complete recovery can be achieved in 18 months.
